Abstract. The activity of stimulatory guanine nucleotide regulatory protein (Ns) 
plasma membrane of cyc\m=-\ S49 mouse lymphoma cells in 18 patients with type I pseudohypoparathyroidism (PHP-I), 2 with pseudopseudohypoparathyroidism (PPHP) and 30 normal subjects, in parallel with other clinical parameters. The Ns activity as expressed by per cent of pooled standard (mean \m=+-\ SE) was 78.9 \m=+-\6.1in PHP-I patients, which was significantly lower (P < 0.01) than the value in normal subjects, 99.5 \ m=+-\2.4. In PHP-I patients, the Ns activities (Y) were in significant correlation with three clinical parameters examined (X), i.e., Patients with pseudohypoparathyroidism type I (PHP-I) have a variety of disturbances in hormo¬ nal actions, which are manifested through cAMP production by the activation of adenylate cyclase. They include primary hypothyroidism (Marx et al. 1971 ) and hypogonadism (Wolfsdorf et al. 1978) . As (Farfel et al. 1980; Levine et al. 1980 ). The deficiency of Ns was further reported in thrombocytes (Farfel & Bourne 1980) , skin fibroblasts in culture Levine et al. 1982 ), transformed lymphocytes (Farfel et al. 1982 ) and renal tissue (Archibald et al. 1959) and/or sc calcification in the cases of PHP-I. All patients with PHP-I were (Farfel et al. 1980; Ross & Oilman 1977; Kaslow et al. 1980 ) and partlv by the method of ADP ribosylation (Kaslow et al. 1980) with modifications.
Erythrocyte membrane
The blood was centrifuged at 1000 x g for 10 min at 4°C, and the plasma was kept for the hormone assay. The buffy coat layer of the pellet was aspirated, and the packed red blood cell (one vol) was suspended in five vol of 0.15 M NaCl, 5 mM phosphate buffer, pH 8, and centrifuged for 10 min at 1000 x g. After two additional washings by this procedure, the erythrocytes were lysed in 40 vol of 5 mM phosphate buffer, pH 8, and centri¬ fuged at 15 000 x g for 20 min. The pellet was then suspended in 40 vol of the same buffer and centrifuged. After an additional wash, the pellet was suspended in the buffer and stored at -70°C until assay.
Reconstitution method
For the extraction of Ns from the erythrocyte mem¬ brane, the membrane was suspended in 0.2% Iubrol, which was deionized by AG501-X8 resin at the concen¬ tration of 20 mg/ml. The suspension was kept at 0°C for 16 h and centrifuged at 100 000 x g for 60 min. The supernatants in a vol of less than 10 pi containing the Ns extracted from 2.5, 5.0 and 7.5 pg of erythrocyte membrane were put into assay tubes. There was also a significant positive correlation between Ns activity and metacarpal index, the mean of the ratios of the length to the width of the fourth metacarpus in right and left hand (Parish 1966) (Fig. 4) (Fig. 5) . The body height in standard deviation score was also in significant negative correlation with TSH levels in plasma (Fig. 6 ). As shown in Fig. 6 
Discussion
The average activity of Ns in the erythrocyte membrane in patients with PHP-I was lower than that of normal subjects. Half of the patients showed normal levels of Ns and the other half showed levels that were below normal. Seven out of 9 PHP-I patients having low levels of Ns had bone abnormalities compatible with AHO, while 2 out of the other 9 patients having normal levels of Ns had signs of AHO. These incidences of low Ns levels in PHP-I patients and in the patients with or without AHO seem to be compatible with those previously reported in the Unites States (Levine et al. 1980 (Levine et al. , 1983 Farfel & Bourne 1980 (Levine et al. 1983 ).
It is noteworthy that Ns activities of erythrocyte membrane were in significant correlation with body height expressed in sd score as well as metacarpal index. As PTH may stimulate both bone formation and résorption, the ultimate effect of the hormone on the bone mass may be determined by the balance between these two processes (Parsons 1976 (Hardman 1971 Fischer et al. 1983 ). As to the relationship between PHP-I and PPHP, it has been suggested that PPHP is a variant of PHP-I. This was based on two reasons. The first is that these two disorders are often found in the same family (Arnstein et al. 1966; Boscerini et al. 1980 ) and a common genetic process seems to be involved in the pathogenesis. The second is that some patients with PHP-I having hypocalcaemia at a certain stage become normocalcaemic without treatment, compatible with PPHP, afterwards (Monn et al. 1967; Mautalen et al. 1967 
